Frontotemporal lobar degeneration (FTLD) is the second most common neurodegenerative condition among patients younger than 65 years. FTLD presents as a progressive from of aphasia, or a disorder of social comportment and personality. This includes disinhibited social behavior, rituals and obsessions, lack of empathy, poor social judgment, apathy, and little insight into the distress caused by these behaviors.
One of the more characteristic features of the social disorder in FTLD is binge eating. Patients with gluttonous behavior will consume excessive amounts of food, and they will continue to eat even if they state that they are no longer hungry. A handful of case studies describe this syndrome in humans, although the anatomy is not well characterized. Experimental studies of this syndrome in animals emphasize the anatomy underlying feeding behavior and regulation of the hypothalamus, including the ventral striatum, the ventral insula, and lateral orbital frontal cortex.
In a unique study, Woolley and coworkers 1 assessed a series of 32 patients with FTLD and related neurodegenerative disorders while they monitored lunchtime eating behavior. Six individuals with the diagnosis of FTLD consumed a significantly larger amount of food than their fellow patients. Indeed, these gluttonous overeaters indicated that they were full, but they nevertheless continued to eat. They particularly liked sweet foods. Neuropsychological assessments suggested that difficulty inhibiting food consumption is quite selective, since performance on several measures of executive control was no more impaired in the binge eaters than other patients with FTLD.
To investigate the neuroanatomic basis of this eating disorder, Woolley and coinvestigators examined whether there is a specific anatomic distribution of gray matter atrophy in the patients with an eating disorder compared to a control group consisting of healthy adults and nonovereating patients. They found significant atrophy in the ventral insula, rostral orbital frontal, and striatal regions of the right hemisphere in the six binge eaters. This implicates the same brain regions in gluttonous patients with FTLD as is found in the animal studies. The role of these brain regions in eating behavior was validated by a regression analysis relating abnormal eating behavior directly to gray matter atrophy. The investigators found that a larger amount of consumed food correlates with greater atrophy of the ventral anterior insula and orbital frontal cortex in the right hemisphere.
This work is important from several perspectives. Improved understanding of gluttonous behavior is obviously critical for the patients who may be injuring themselves by overeating, and for the families of these patients who may be perplexed by this peculiar behavior. Indeed, overeating is a major problem in the United States where we are overweight to a fault, and these observations ultimately may contribute to rationalizing food consumption in our society. This work also provides important insight into the neurophysiologic regulation of eating behavior and satiety in humans. Nevertheless, the specificity of disinhibited eating behavior relative to other impairments in inhibitory control must be interpreted cautiously. There are many differences between the measure of eating used to study these patients and the neuropsychological assessments of cognitive inhibition and executive control. The fact that these patients had little weight gain over time raises the question of whether binge eating in the setting of FTLD is simply one manifestation of Lhermitte's "environmental dependency" syndrome; that is, eating when food is available. Although treatment recommendations are beyond the scope of this article, these considerations raise important questions about the usefulness of con-trolling access to food in binge eaters. The anatomic observations also must be interpreted cautiously because of the small size of the group, and there is uncertainty regarding the histopathologic disease causing FTLD in these patients.
The article by Woolley et al provides important clinical and neuroanatomic insights into binge eating, a distinctive behavior in patients with FTLD. Future work can use this novel study as an important starting point in the quest to improve our understanding of the social, cognitive, and neuroanatomic regulation of eating behavior as we begin to develop treatments for binge eating in FTLD.
